thrombocytopenia and ischemic lesions leading to either renal impairment in the case of HUS, or neuroBackground. In children, haemolytic uraemic syndrome (HUS ) is associated with high plasma plasmin-logical dysfunction in the case of thrombotic thrombocytopenic purpura ( TTP) [1] . HUS is a consequence ogen activator inhibitor type 1 (PAI-1), which may contribute to the persistence of renal glomerular and of endothelial cell injury which is mediated by Shigaarteriolar thrombi. HUS has been described in HIV-like toxins produced by enterobacteria [2], exposure infected patients, but the pathophysiology of HUS in to various drugs or possibly anti-endothelial cell these patients is poorly understood. The aim of the autoantibodies [3] . Besides having anticoagulant propstudy was to investigate plasma fibrinolytic activity in erties, endothelial cells prevent platelet aggregation 18 patients with HIV-associated HUS.
Introduction
Sixty six HIV-infected adult patients were included in the study. They included the following.
Haemolytic-uraemic syndrome (HUS) is characterized by microangiopathic haemolytic anaemia, peripheral $ Forty-eight patients were HIV-infected patients followed Statistical analysis as outpatients in Hô pital Rotschild (Paris): 31 patients had AIDS and 17 had asymptomatic HIV infection. All The results are given as mean±SD. Univariate comparisons the patients in this group had normal renal function and between groups were performed using the Mann-Whitney U no sign of microangiopathic anaemia.
test. Spearman's r' rank-correlation coefficient was used to assess correlation between quantitative values. A multivariate Fifteen patients without HIV infection were used as controls.
analysis was performed using an uniconditional stepwise $ Three patients had typical post diarrheal HUS. Mean logistic regression including all the variables found to be serum creatinine±SD was 556±48 mmol/l. significant at the univariate analysis (P<0.05, two-tailed). $ Twelve patients had acute renal failure of various causes, This analysis was done by using BMDP statistical software excluding HUS (obstructive acute renal failure in four [10] . cases, acute tubular necrosis in seven cases and malignant nephroangiosclerosis in one case). Mean±SD serum creatinine in this group was 604±79 mmol/l.
Results

Demographic characteristics of the population Methods
Clinical parameters of HIV-infected patients with (n= 18) or without (n=48) HUS are listed in Table 1 . The Clinical parameters were collected for each patient. In order two groups did not differ by age or gender. None to measure PAI-1 and t-PA plasma activities, informed patient with HUS had asymptomatic HIV infection, consent was obtained from each patient. Blood samples whereas 35% of HIV-infected patients without HUS (5 ml ) were drawn by venipuncture between 8 and 10 a.m., and acidified with citrate (1 vol. 0.11 mol/l citrate, pH 4.5 were asymptomatic. Renal data and histological findadded to 9 vol. blood ). Platelet-poor plasma was obtained ings are given in Table 2 . Patients with HUS had severe by a 20 min-centrifugation at 3000 g at 4°C. Aliquots were renal failure since mean creatinine clearance was stored at −80°C until analysis. For all the patients, blood 16 ml/min (range: 2-41 ml/min). In this group, only samples were drawn within the first 2 days after admission four patients had high blood pressure. Shiga-like toxins and before receiving any fresh frozen plasma, plasma were searched in the stools in 15 cases and were exchange or dialysis. PAI-1 activity and t-PA activity were detected in only one case. Renal histology was available determined by commercial two-stage indirect chromogenic for all the patients with HUS (15 standard biopsies assays: Spectrolyse (pL) PAI, and Spectrolyse@/fibrin, and three post-mortem examinations). Most patients respectively (Biopool, Sweden). Twelve healthy volunteers had severe arteriolar lesions. As described in our were tested in order to determine our own normal values. Each assay was performed in duplicate.
previous study, half biopsies showed CMV-infected increased in patients with HUS as compared to HIVinfected patients without HUS. On the contrary, as shown in Figure 2 , t-PA activity which was increased cells, which were presumably endothelial cells [9] . As in all the HIV-infected patients was significantly higher a specific treatment for HUS, six patients had plasma in patients with HUS as compared to HIV-infected exchanges and 12 only received fresh frozen plasma.
patients without HUS. There was no correlation Six patients needed haemodialysis. Thirteen patients between the number of CD4+ lymphocytes/mm3 and had active CMV disease defined by at least two of the either t-PA (P=0.06) or PAI-1 (P=0.23) plasma activfollowing: (i) positive viremia (n=13), (ii) active retinities. In HIV-negative control patients with non-HUSitis (n=12), (iii) CMV-infected cells in the bronchoalacute renal failure, t-PA activity was in the normal veolar lavage with no other pathogens (n=2) and range ( Figure 2 ). (iv) CMV detected in cerebrospinal fluid by polymerase
Multivariate analysis results are shown in Table 3 . chain reaction (n=1). Eleven patients received Plasma t-PA activity levels were divided in two subGanciclovir and 2 received Foscavir. Eight patients groups with a cutoff value of 7 U/ml (which was the died within 2 months and five died within 6 months median t-PA value of the population). t-PA was the with an incomplete renal recovery. The five remaining major independent variable associated with a significpatients were still alive 18 months after HUS. Three ant higher risk for HUS (relative risk estimated around of them had normal or subnormal renal function. 9). The presence of an active CMV infection was also a significant independent risk factor for the occurrence Analysis of t-PA and PAI-1 plasma activities of HUS in these patients (relative risk around 3). There was no significant independent increase in risk As shown in Figure 1 , PAI-1 activity was increased in all HIV-infected patients, but was not significantly associated with high PAI-1 level. 
